gested that the accumulation of bA4 plays a caus- The bA4-injected animals took longer to learn to crimer's disease is the progressive loss of short-term terion than control animals, suggesting that bA4 imworking memory which is correlated with the accupaired retention of the original learning. McDonald mulation of large amyloid plaques and neurofibrilet al. (1994) replicated the findings of Flood et al. lary tangles in the hippocampus and other areas in-(1991) using both aversive and appetitive outcomes volved in memory processing (Selkoe, 1991; Hardy & in a Y-maze and bilateral IH injections in rats. In Higgins, 1992; Abe, Casamenti, Giovannelli, Scali, & another replication, McDonald et al. (1996 ) injected Pepeu, 1994 . The plaque's primary core is the bthe reverse-sequence bA4 (40-1) as a peptide control, amyloid (bA4) peptide, a 39-to 42-amino-acid sebut impaired retention was specific to the bA4 (1-quence derived from the large transmembrane b- sistently demonstrate losses in short-term memory.
